
GPs play a crucial role in stroke prevention. 
Not only do we advise our patients and 
offer interventions to control vascular risk 
factors but we are often the first port of 
call for patients seeking health care after 
a transient ischaemic attack (TIA).1 The 
neurologist’s definition of TIA has recently 
changed and patients must have had a 
transient clinical deficit suggesting focal 
brain or retinal dysfunction with a ‘tissue’ 
criterion of normal cerebral imaging.2 This 
will rule out stroke, which can present 
clinically with transient symptoms. Urgent 
action is needed in primary care to ensure 
that stroke risk is minimised after TIA.

niCe guidanCe and stroke risk
Patients with TIA are in an accelerated 
phase of stroke risk, and those at highest 
risk of stroke within seven days of TIA 
can be predicted using the ABCD2 score,3 
calculated using the patients’ age, blood 
pressure in the consultation, whether 
speech or weakness were present, the 
duration of the transient event, and the 
presence of diabetes. The high early risk 
of stroke can be reduced with urgent 
specialist assessment and interventions,4 
and consequently NICE guidance on 
the management of TIA in primary care 
recommends using the ABCD2 score 
to determine the urgency of specialist 
referral (most TIA clinics incorporate the 
ABCD2 score in their referral proforma), 
although little guidance is given on how 
to recognise TIA. The only intervention 
recommended for primary care, pending 
specialist confirmation of the diagnosis, 
is the prescription of aspirin.5 Substantial 
questions therefore remain about the 
optimal management of TIA in primary 
care.

When should We susPeCt 
transient isChaeMiC attaCk?
There is no guidance on how we should 
be selecting patients with TIA from the 
background ‘denominator’ population with 
transient neurological symptoms. We have 
no reliable methods of detecting TIA at 
the initial consultation in primary care, a 
difficulty demonstrated in TIA clinic audit 
figures where at least 50% of patients 
referred from primary care do not have 
TIA.6 Determining who we should suspect 
as having had a TIA is important as the 
current UK care model is based on urgent 

outpatient clinics, which have limited 
capacity.5 As the time between symptom 
onset and definitive intervention should be 
within 24 hours for patients with TIA at 
highest predicted stroke risk,5 delays in 
accessing specialist assessment should 
be minimal. However, this time limit for 
assessment is currently not met for the 
majority of high risk patients.7 Reducing 
the number of referrals of patients with 
conditions that mimic TIA will free up 
scarce clinic space for those with true TIA.

Transient neurological symptoms 
are common in community surveys8 and 
although GPs need to decide which of their 
patients with transient symptoms may have 
had a TIA, there are no prediction rules 
derived and validated in primary care to 
support accurate recognition. Although 
there is one specific recognition tool for TIA,9 
its derivation and validation was in records 
of specialist assessments and requires 
complex calculations of nine variables; 
there have been no studies reported, or 
ongoing, testing its implementation at the 
first consultation in primary care. 

Transient ischaemic attack clinic 
referral mechanisms such as proformas 
often specify that referrals be restricted 
to patients with ‘focal’ symptoms such as 
speech disturbance or unilateral weakness 
rather than ‘non-focal’ symptoms, such 
as confusion. However, although transient 
deficits in higher function such as visual 
neglect or apraxia are focal, they may well 
be interpreted as confusion by relatives 
and carers; a focal deficit may not always 
translate into a focal symptom at initial 
primary care presentation. Furthermore, 
there are many patients with transient 
neurological symptoms which combine 
both focal and non-focal features at the 
same time.8 The rigid application of ‘focal’ 
symptoms in referral decision making may 
well lead to under-detection of true TIA in 
the community and is another example 
of how the protean presentations seen in 

general practice do not map discretely to 
specialist designed assessment pathways.

is stroke the only risk aFter 
transient neurologiCal 
syMPtoMs?
Researchers in the Dutch TIA trial, 
examining the effect of different aspirin 
doses on stroke risk after TIA, noticed that 
patients with ‘atypical’ TIA (for example 
including confusion and other non-focal 
symptoms) had a higher cardiac event risk 
than patients with classical TIA (that is, 
with focal symptoms such as unilateral 
weakness).10 Furthermore, follow up of 
patients referred to TIA clinics shows that 
those ‘reassured’ that they have not had 
a TIA are in fact at higher risk of cardiac 
events and death than a population of 
patients attending hospital clinics matched 
for cardiovascular risk factors but who have 
not had an episode of transient neurological 
symptoms.6 A community-based cohort 
study also found that patients with transient 
neurological symptoms that were again 
atypical for TIA (they had mixed focal and 
non-focal symptoms) had a higher risk of 
cardiovascular death, cardiac disease, and 
dementia than patients with purely focal 
transient neurological events that are more 
typical for TIA.8

Therefore, within the population of 
patients with transient neurological 
symptoms, there appear to be patients at 
high stroke risk and other patients at high 
cardiac risk and the latter may not be best 
served by systems that only seek to identify 
and treat the patients at high stroke risk. 
Given the substantial non-stroke vascular 
disease burden in patients who have had 
transient neurological symptoms that are 
not sufficiently ‘focal’ to warrant a TIA 
diagnosis, the approach of the generalist 
should include a full vascular risk factor 
assessment, rather than reassurance 
that their event ‘was not a TIA’. Ultimately, 
better recognition of these different patient 
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“Reducing the number of referrals of patients with 
conditions that mimic TIA will free up scarce clinic 
space for those with true TIA.”



populations should come from prediction 
rules, but there is often a reduction in the 
usefulness of prediction rules that have 
been derived and validated in specialist 
settings when they are translated to the 
generalist community setting.11 Prediction 
rules are needed that are derived and 
validated in primary care.

iMPleMenting the evidenCe For 
urgent risk FaCtor Control
Even if we can develop more appropriate 
selection of patients for urgent clinics 
whose specific aim is to reduce stroke risk, 
the current NICE guidance recommends 
only prescribing aspirin at the initial primary 
care consultation,5 and patients need to 
wait until a specialist assessment for full 
vascular risk reducing medication; the 
majority of patients with TIA do not have 
critical carotid stenosis and are managed 
medically.4 Although there is strong 
evidence that urgent risk factor control 
in patients with a confirmed diagnosis of 
TIA prevents stroke,4 we do not know the 
net benefit of prescribing such intensive 
treatment regimens at an initial consultation 
in primary care to the larger population 
of patients with suspected TIA. Currently 
the harms and benefits of prescribing 
these familiar treatments (antiplatelet 
combinations, antihypertensive agents, and 
statins) in advance of a subsequent specialist 

assessment have not been quantified. NICE 
has not considered this option in its decision 
model of care pathways or included it in 
research recommendations.5

ConClusion
Reducing the burden of cerebrovascular 
disease needs primary care, but primary 
care in turn needs to sharpen its detection 
of the patient at risk and ensure that 
maximal protection from evidence-based 
therapies is initiated as soon as possible. 
We also need to recognise that in our 
pursuit of the patient with accelerated risk 
of stroke, we also capture patients at risk of 
cardiac disease. The evidence gaps of who 
we detect, and when we protect, remain to 
be closed.
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“ ... within the population of patients with transient 
neurological symptoms, there appear to be patients 
at high stroke risk and other patients at high cardiac 
risk and the latter may not be best served by systems 
that only seek to identify and treat the patients at high 
stroke risk.”
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